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抄録　T-cell large granular lymphocyte leukemia は長期（６か月以上）にわたる末梢血中の著明





増加が確認された．骨髄細胞の PCR では TCRβの再構成を認めず，TCRγおよび TCRδの再
構成がみられた．またプレドニゾロン治療にて CD57陽性リンパ球の減少および赤芽球造血の回復
が確認されたことから，赤芽球癆を合併したγδT-LGL と診断した．最近， T-LGL には STAT3あ













は large granular lymphocyte（以下，LGL）と呼
ばれる．その腫瘍性疾患には，細胞表面 CD3
（sCD3）陽性の T-cell large granular lymphocyte 
leukemia（T-LGL）と，sCD3が陰性で CD56陽性の








T-LGL は稀な疾患であるが，最近 T-LGL の一






























と増加していた．また Hg 8.0 g/dL，MCV 89.0 
fL と正球性貧血を示し，血小板は3.2万 /μL
と著明に減少していた．生化学検査では LDH 
350 U/L, BUN 45 mg/dL と高値で，フェリチン
値も322 ng/dL と高値であった．また，sIL-2R 
5,790 U/ml と著明に増加していた．感染症に関



















[Complete blood count] [Coagulation] [Immunology]
WBC 14,800/μl PT 23.7 sec D-dimer 7.7μg/ml HBs-Ag negative Candida Ag negative
　Blast 0.0 % INR 1.88 Fibrinogen 88 mg/dl HBs-Ab negative Aspergillus Ag negative
　Promyelo 0.0 % APTT 97.0 sec AT Ⅲ 45.8 % HBc-Ab negative
　Myelo 1.0 % [Biochemistry] Hbe-Ag negative
　Meta 0.0 % TP 4.9 g/dl Fe 112 μg/dl Hbe-Ab negative
　Band 8.0 % Glu 102 mg/dl TIBC 121 μg/dl HCV-Ab positive
　Seg 8.0 % T-Bil 1.0 mg/dl UIBC 9 μg/dl HCV-RNA 5.6 Log IU/mL
　Eosino 1.0 % ALP 161 U/l Tf 92.6 % EBV Anti-VCA IgG positive
　Baso 0.0 % γ-GTP 43 U/l Ferritin 322 ng/dl EBV Anti-VCA IgM negative
　Mono 3.0 % LDH 350 U/l Na 138 mEq/l EBV Anti-EA IgG negative
　Lymph 27.0 % Alb 2.0 g/dl K 4.4 mEq/l EBV Anti-EBNA IgG positive
　Atypical-Lymph 52.0 % ChE 92 U/l Cl 110 mEq/l EBV (DNA) <100 C/mL
RBC 309×104/μl ALT 23 U/l CRP 0.56 mg/dl CMV (DNA) <100 C/mL
Hb 8.0 g/dl AST 17 U/l sIL-2R 5,790 U/ml CMV C7HRP negative
Hct 23.4 % CRE 1.06 mg/dl Parvovirus B19 not detected
Retic 0.1 % BUN 45 mg/dl (RT-PCR)
MCV 89.0 fl UA 5.8 mg/dl HTLV-1 Ab negative
Plt 3.2×104/μl Cryptococcus Ag negative























Myeloblast type Ⅰ 0.0 % Basophil immature 0.0 % Lymphocyte 22.6 % Proerythroblast 0.2 %
Myeloblast type Ⅰ 0.2 % Basophil mature 0.4 % Atypical Lymphocyte 3.6 % Baso. erythroblast 0.6 %
Promyelocyte 1.0 % Mono immature 0.0 % Plasma cell immature 0.0 % Poly. erythroblast 0.8 %
N. Myelocyte 8.8 % Monoblast 0.0 % Plasma cell mature 13.0 % Ortho . erythroblast 0.0 %
N. Metamyelocyte 13.8 % Promonocyte 0.0 % Histiocyte 0.4 %
N. Band 15.8 % Monocyte 2.2 % Abnormal Lymphocyte 0.0 %
N. Seg 6.0 % Atypical cell 0.0 %
Eosinophil 10.6 %
Eo. Promyelocyte 0.0 %
Eo. Myelocyte 0.8 %
Eo. Metamyelocyte 3.8 %
Eo. Band 5.2 %
Eo. Seg 0.8 %
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図３　PCR 法による T 細胞受容体遺伝子の再構成検査
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であった．G-Band を用いた染色体検査では，
45，XY，der（18;21）（q10;q10）[1]/47，XY，
+mar [1]/46，XY [18] であった．さらに，骨髄

























































































































悪性腫瘍の発生は，B 細胞性非 Hodgkin リン
パ腫のみならず T 細胞性非 Hodgkin リンパ腫
や Hodgkin リンパ腫，形質細胞骨髄腫など他
組織型においてもみられることが報告されて
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T-cell large granular lymphocyte leukemia with pure red cell aplasia
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ABSTRACT   T-cell large granular lymphocytic leukemia (T-LGL) is characterized by marked 
increase of monoclonal large granular lymphocytes (LGL) in the peripheral blood over the long 
term (6 months or more). It has been reported about 20% cases of T-LGL cases are associated 
with pure red cell aplasia (PRCA). Here, we describe a case of T-LGL associated with 
PRCA. This case was characterized by increase in the number of CD3+, CD8+, CD57+, and 
granzyme B-positive lymphocytes with fine azurophilic cytoplasmic granules and nuclear atypia 
in peripheral blood and bone marrow. The patient was diagnosed having γδT-LGL because 
T-cell receptor (TCR)γ and TCRδ gene but not TCRβ gene rearrangement was detected by 
the PCR of the bone marrow cells. Prednisolone administration decreased in number of the LGL 
cells, accompanying recover of erythropoiesis. Although somatic mutations in the Src homology 
2 domain of STAT3 or STAT5b gene are reported in 70% percent of the T-LGL with PRCA, 
such STAT mutations could not be detected in this case.
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